Sir,
Many patients with dermatitis herpetiformis also have a small bowel enteropathy which responds to withdrawal of gluten from the diet. However, in this setting, coeliac disease is usually mild and rarely results in clinical malabsorption. Both disorders have a high association with HLA, B8 and DR3 antigens and are suspected to have, at least in part, an immune pathogenesis. Some 1000 of patients with coeliac disease develop neurological complications (box). Cook' compiled a series of 16 patients and drew attention to the fact that these were the same neurological disorders that occur in paraneoplastic disease.
Paraneoplastic Delayed severe rhabdomyolysis after taking 'ecstasy'
Sir, A previously fit 36-year-old man was admitted in the early hours of New Year's Day following a convulsion at a night club. According to friends he had taken one 'ecstasy' tablet, two bottles of beer and a large quantity of water during the night. On admission his axillary temperature was 36.2'C and his Glasgow coma score was 3/15. His pupils were equal and reactive to light and he had no focal neurological abnormalities. Shortly after admission, he had two further convulsions, was incontinent of urine, vomited several times and became restless. Chest X-ray showed abnormal shadowing in the left lung field. Blood tests revealed a serum sodium concentration (Na') of 115 mmol/l (normal 137 -144 mmol/l) and a creatine kinase (CK) of 1572 IU/l (<250 IU/I); potassium, urea and creatinine were normal. His arterial pH was 7.5 with an oxygen saturation of 9700 on air. He also had a raised white cell count (14.6 x 109/1) with a neutrophil leucocytosis. Clotting studies and liver function tests were normal. Further tests revealed serum 3,4-methylenedioxymethamphetamine (MDMA) levels of 0.013 mg/l with both MDMA and its metabolite 3,4-methylenedioxyamphetamine in his urine.
Treatment was with diazepam and chlorpromazine for the fits and agitation and co-amoxyclav and hydrocortisone for a presumed aspiration pneumonia. Intravenous hydration was commenced with 11 of twice normal saline over 12 h, and a nasogastric tube passed.
Twelve hours after admission the patient remained comatose. His respiratory rate had risen to 32/min, his oxygen saturation had dropped to 900°on air and he had developed an axillary pyrexia of 39'C. He had also become polyuric, passing 5 1 of urine since admission. Repeat biochemistry showed a serum Na' of 120 mmol/l with a CK of 2461 IU/1. His plasma osmolality was 259 mmol/ kg (275-285 mmol/kg) with a urine osmolality of 153 mmol/kg (50-1400 mmol/ kg) and a urine Na+ of 26 mmol/l. CT brain scan was normal. He received oxygen, and paracetamol for his pyrexia which peaked at 39.7'C (axilla).
Eighteen hours after admission his temperature started to fall and his level of consciousness began to improve. By 30 h after admission his serum Na+ was 132 mmol/l with a plasma osmolality of 278 mmol/kg. However his CK had risen to 81900 IU/1 with an alanine aminotransferase (ALT) concentration of 132 IU/1 (<34 IU/ 1). He had also become oliguric -passing 250 ml of urine in nine hours. His urine tested positive for myoglobin.
He was treated aggressively with a forced alkaline diuresis induced by intravenous
